study site. While the different chemical components of PM 10-2.5 were highly correlated in Chicago (rho: 0.5 to 0.8), modest correlations were observed in St Paul (rho: 0.2 to 0.6), and generally low correlations were observed in Winston Salem (rho: 0.0 to 0.5). Endotoxin was generally weakly and negatively correlated with PM 10-2.5 mass and species. Table S2 . Only modest correlations were observed between the markers with the strongest relationships between IL-6, CRP, and fibrinogen (rho: 0.4 to 0.5). 4 Single pollutant models of the associations for PM 2.5 and LAC with the inflammatory and coagulatory markers are presented below in Table S2 . These results indicate that PM 2.5 and LAC were each independently associated with higher inflammation in site-adjusted models (0.39 per 3.8 µg/m 3 ; 95% CI: 0.15, 0.63; p=0.001 and 0.14 per 0.2 10-5/m; 95% CI: -0.07, 0.36; p=0.18, respectively) ( Figure S1 ). 
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A comparison of results between our inflammation summary score derived by z-scores produced very similar results to an inflammation score derived using PCA. Again, the strongest relationships were identified with endotoxin. As in our main analyses, associations with the PCA-derived inflammation score were weakened and less precise after control for study site ( Figure S2 ). Cu: copper, Zn: zinc, P: phosphorus, and Si: silicon. All associations adjusted for age, gender, race, city, marital status, education, employment, household size, home ownership, NSES, alcohol consumption, active and passive smoke, physical activity, family history of stroke or heart attack, body mass index, blood pressure, cholesterol, creatinine, diabetes, and antiinflammatory and blood pressure medications. Associations scaled to IQR of 2 and 0.1 µg/m 3 for PM 10-2.5 and silicon and 4, 11, and 6 ng/m 3 for copper, zinc, and phosphorous, respectively.
Endotoxin scaled to 0.08 EU/m 3 .
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